Neuropathic pain is a chronic disease resulting from dysfunction of the nervous system often due to peripheral nerve injury. Hypersensitivity to sensory stimuli (mechanical, thermal or chemical) is a common source of pain in patients and ion channels involved in detecting these stimuli are possible candidates for inducing and/or maintaining the pain. Transient receptor potential (TRP) channels expressed on nociceptors respond to different sensory stimuli and a few of them have been studied previously in the models of neuropathic pain. Using real-time PCR for quantification of all known TRP channels we identified several TRP channels, which have not been associated with nociception or neuropathic pain before, to be expressed in the DRG and to be differentially regulated after spared nerve injury (SNI). Of all TRP channel members, TRPML3 showed the most dramatic change in animals exhibiting neuropathic pain behaviour compared to control animals. In situ hybridisation showed a widespread increase of expression in neurons of small, medium and large cell sizes, indicating expression in multiple subtypes. Co-localisation of TRPML3 with CGRP, NF200 and IB4 staining confirmed a broad subtype distribution. Expression studies during development showed that TRPML3 is an embryonic channel that is induced upon nerve injury in three different nerve injury models investigated. Thus, the current results link for the first time a re-expression of TRPML3 with the development of neuropathic pain conditions. In addition, decreased mRNA levels after SNI were seen for TRPM6, TRPM8, TRPV1, TRPA1, TRPC3, TRPC4 and TRPC5.
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Introduction
Neuropathic pain is a multifactorial condition caused by damage or dysfunction of the nervous system resulting in loss of afferent sensory function, hyperalgesia and allodynia [5] . The sites of injury are often peripheral nerves of dorsal root ganglia (DRG) sensory neurons, which have an inherent plasticity. Changes in the biological properties and functions of neurons result in long-lasting hyperalgesia and/or allodynia that continue well after healing of the initial damage. The bases for these pathological conditions are gene expression changes in transmitters, receptors and ion channels that ultimately result in distorted connectivity, structure or survival of the neurons [61] .
Transient receptor potential (TRP) channels are a family of nonselective cation permeable channels that are known to be important for sensory signalling in the peripheral nervous system [44].
The best characterised sensory property of these channels is temperature sensation where a subset of molecules covers the whole physiological spectra of temperatures [58] . Normally only the outermost temperatures of the physiological range (>45 and <15°C) are perceived as painful but in neuropathic pain patients also temperatures less extreme often elicits pain. Additionally, the fact that most thermosensitive TRP channels are known to be expressed in small-to medium-diameter neurons in the DRG, presumably nociceptors, together with the feature of having polymodal activation modes make them interesting in chronic pain and in general pain physiology. Substantial involvement in inflammatory or traumatic nerve injury has so far been indicated for TRPV1 and TRPV4 while there are still uncertainties about the roles of TRPM8, TRPV2, TRPV3 and TRPA1 [27] .
In addition to the thermoTRPs, TRPC1-C7 expression has been identified in DRG [15] . These findings indicate functions for other TRP channels in sensory neurons than the ones previously assigned. In this study, we take a broad approach to identify TRP channels present in DRG and involved in neuropathic pain by studying the regulation of all TRP channels over time in a neuropathic pain model. Results showed a dramatically increased
